Glomerulonephritis is a well recognised sequel to severe streptococcal infection (Heptinstall, 1966; Gutman et al., 1972; Keslin et al., 1973; BoultonJones et al., 1974) . The nephritis varies in severity and duration, as does the outcome, and immune complex formation and deposition in the tissues may play an important part in this disease (Cordeiro et al., 1965; Cream and Turk, 1971; Boulton-Jones et al., 1974) . The (1) DETECTION OF IMMUNE COMPLEXES (a) Radiobioassay (RBA) This is a competition assay in which 1251-labelled aggregated IgG competes with immune complexes for receptor sites on guinea-pig macrophages (Mohammed et al., 1977) .
(b) Clq-binding activity This method, based on the ability of 125I-Clq to bind immune complexes, was used as described by Zubler et al. (1976) . The bound Clq is precipitated by 2-5 % polyethylene glycol and the results are expressed as percentage of the added labelled Clq precipitated from the serum samples as compared with the total added Clq precipitated by 20% trichloroacetic acid (TCA).
(c) Precipitation withpolyethylene glycol (PEG) A modification of the method of Creighton et al. (1973) was used in which equal volumes of 1:5 sera and 8 % PEG (mol.wt. 6000) are mixed and allowed to stand for 18 hours at 4°C. The resulting precipitates are washed in 4 % PEG, redissolved in PBS, and the total protein in the samples is determined.
(2) SERUM IMMUNOGLOBULINS AND C3 These were measured as described by Mancini et al. (1965) . Table 3 . In cases 1 and 3 the levels of C3 were very low. The immunoglobulins were within the normal Caucasian range in all the patients except the patient in case 1, who was a Syrian. Serum immunoglobulin levels tend to be higher in residents of the tropics (Mohammed et al., 1973 (Onyewotu et al., 1975) , and a similar enhancement was seen with the sera from the two seropositive patients in the present study.
Evidence that immunological factors play an important pathogenetic role in the complications of subacute infective endocarditis was provided by Cordeiro et al. (1965) . Hayward (1973) suggests that when high levels of circulating antibodies are attained during streptococcal infection they may lead to the formation of antigen-antibody complexes. He questions the traditional view that the 'flea-bitten' appearance of the kidney in endocarditis is solely due to infective emboli, and postulates that deposition of immune complexes is at least partly responsible. Cream and Turk (1971) also suggest that immune complexes are responsible for the so-called 'embolic' phenomena which occur classically in this disease.
More direct evidence of immune complex pathogenesis in the renal lesions complicating endocarditis was provided by Keslin et al. (1973) and BoultonJones et al. (1974) , who by immunofluorescence have demonstrated immunoglobulins and C3 deposits in renal biopsy specimens. Some patients with subacute endocarditis develop autoantibodies as well as positive rheumatoid factor tests (Bacon et al., 1974) , a finding which we have confirmed.
There is thus good evidence of several different kinds that immune complexes are responsible for renal damage in infective endocarditis. Cole (1975) describes a clinical diagnostic tetrad in this disease, which includes 'immune complex phenomena', and we are inclined to agree that petechial rash, Osler's nodes, Roth's spots, Janeway lesions, haematuria, retinal haemorrhage, vasculitis, splinter haemorrhages, and arthralgia result from immune complex deposition.
Post-streptococcal glomerulonephritis also has immunological sequelae. Two of our patients who developed isolated glomerulonephritis with renal failure had high levels of circulating immune complexes, and probably immune complex deposition in the kidneys was responsible for the renal damage. It has been suggested that certain strains of group A streptococci, particularly M type 12, are nephritogenic (Johnson and Stollerman, 1969) because they share antigenic determinants with the kidneys. One of our patients (case 3) had evidence of having had a group A infection, but even in this case it is equally possible that immune complexes involving strepto-coccal antigens were responsible for the renal damage. No evidence of group A infection was found in case 1, but notably the levels of circulating complexes in this patient remained high after three weeks' treatment. This raises the important question whether specific antibody had combined with streptococcal antigens to form the complexes or whether autoantibodies (that is antiglobulins or immunoconglutinins) were involved as well. The evidence suggests that both mechanisms might operate in the same patient, to a variable degree.
If immune complexes play an important immunopathogenic role in the complications of subacute infective endocarditis and in post-streptococcal glomerulonephritis treatment aimed at reducing their formation or concentration in addition to antibiotic therapy might be beneficial. Four of the patients described by Boulton-Jones et al. (1974) required dialysis for renal failure, and we suggest that early plasmaphoresis might obviate the need for this in patients with circulating immune complexes. 
